Functional dyspepsia (FD) is a highly prevalent disorder, characterized by persistent or recurrent pain or discomfort centered in the upper abdomen without evidence of organic that might explain the symptoms. Several factors have been proposed to play a role: delayed gastric emptying, Helicobacter pylori infection, hypersensitivity to gastric distension, impaired gastric accommodation to a meal, altered duodenal sensitivity to lipids or acids, abnormal duodenojejunal motility, and central nervous system. 1 However, none of these abnormalities are able to completely account for the dyspepsia symptom complex. showed dysrhythmia, especially bradygastria on electrogastrography (EGG). And also, the EGG records were different in the two forms of dyspepsia: in patients with postprandial distress syndrome there was statistically significant larger number of tachygastria than in the patients with epigastric pain syndrome.
Functional dyspepsia (FD) is a highly prevalent disorder, characterized by persistent or recurrent pain or discomfort centered in the upper abdomen without evidence of organic that might explain the symptoms. Several factors have been proposed to play a role: delayed gastric emptying, Helicobacter pylori infection, hypersensitivity to gastric distension, impaired gastric accommodation to a meal, altered duodenal sensitivity to lipids or acids, abnormal duodenojejunal motility, and central nervous system. 1 However, none of these abnormalities are able to completely account for the dyspepsia symptom complex. Epidemiologic studies, both in the United States and Europe, have shown that 50% to 80% of subjects with FD indicate that their symptoms are meal-related. 2 Meal digestion is associated with diverse change in the gastrointestinal function and potential pathophysiologic mechanism. After ingestion of meal, patient with FD experience a marked rise in the intensity of their symptoms such as epigastric burning, epigastric pain, fullness, bloating, nausea and belching. Many patients report that ingestion of food, particularly meals containing fat, induces, or exacerbates, their symptoms. Many patients complain that ingestion of food, particularly meals containing fat, induces, or exacerbates, their symptoms. Previous study showed that in FD patients, a high fat meal induced more symptoms such as nausea and pain than an isocaloric high carbohydrate meal. 3 They suggested that the effects of the meals were related to the gut hormones involved in appetite regulation. Fasting and postprandial plasma cholecystokinin (CCK) concentration were greater and peptide-YY concentrations were lower in FD and in healthy controls. And, they showed that significant correlations between the scores for nausea and pain and plasma CCK concentrations. 3 In Levine's study, 4 stomach fullness, bloating, and nausea increased significantly 10 minutes after ingestion of fatty meal in 16 healthy volunteers. Levine et al. 4 also analyzed the effect of fatty meal on gastric myoelectrical activity. After ingestion of fatty meal, normal gastric myoelectrical activity decreased and tachygastria increased in healthy volunteers. 4 Previous study showed similar findings in patients with functional dyspepsia. 5 Patients with FD revealed a preprandial increase in tachygastria compared to controls. And also, FD patients with delayed gastric emptying showed pre-and postprandial tachygastria than FD patients with normal gastric emptying. 5 In a Polish study, FD patients showed dysrhythmia, especially bradygastria on electrogastrography (EGG). And also, the EGG records were different in the two forms of dyspepsia: in patients with postprandial distress syndrome there was statistically significant larger number of tachygastria than in the patients with epigastric pain syndrome. 6 FD is a clinical problem of considerable magnitude for the health care system due to its high prevalence and the chronic and recurrent nature of symptoms. However, the therapeutic options for a clinician are limited and far from optimal: pharmacological therapies often fail. Levine et al. 4 showed that high fat meal induced the similar symptoms in FD patients. Therefore, they speculated that lipase supplementation with meals might provide relief of symptoms. Previous study showed that pancrealipase reduced postprandial symptoms such as bloating, gas and fullness. 7 However, in that study, there was no significant effect on gas production which was expressed by breath H 2 and CH 4 concentration. Levine's study 4 also showed that lipase supplementation significantly reduced stomach fullness without change of EGG. They also did not show the physiological mech-anism to explain the decreased fullness after lipase supplement. Ingestion of fatty meal was associated with release of enteric hormones and dysrhythmia of stomach (tachygastria), which may contribute to delayed gastric emptying. Furthermore, lipase supplementation may be helpful in control of FD symptom such as postprandial symptoms. However, until now, small size and short-term monitoring of the studies are insufficient to draw any conclusions for effect of fatty meal on symptoms of FD, their pathomechanisms and pharmachologic therapy. We expect large-scale study for elucidating the mechanism to explain the effect of lipase supplementation before high fat meal in FD patients.
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